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ABSTRACT 
 

Lithium is widely used in medicine as an anti-depressive drug. In spite of abundant literature, questions on 
the side effects of lithium ions are far from being answered. In this study, the effects of lithium on 
biochemical parameters related to lipid metabolism were investigated.  Male Wistar rats were treated with 
different doses of lithium for a period of up to 60 days. Blood samples were collected and livers were 
removed for analysis. Lipid related parameters in plasma and livers were measured by standard methods. 
Epididymal fat pads were used to investigate the mechanism of lithium action on lipolysis. It is shown that 
the major effect of lithium is reduction of HDL-C concentration and the increase of LDL-C only in high 
doses. Lithium treatment led to a decrease in liver content of triglycerides but phospholipids increased 
significantly. Lithium also showed to inhibit lipoprotein lipase activity. This inhibitory effect is potentiated 
in the presence of citrate. Fat cell lipolysis is also inhibited by lithium, which is not reversed by alpha, and 
beta-receptor blockers indicating that lithium may exert its effect beyond these receptors. Lithium changes 
the metabolism of lipoproteins. The finding that lithium decreases HDL and increases LDL concentrations 
should be considered seriously, especially in patients using this drug for a long period.  Iran. Biomed. J. 9 (1): 
27-32, 2005 
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INTRODUCTION 
 

L ithium (Li+) is a drug of choice for treatment 
of some psychological disorders including 
manic depression [1, 2]. The exact molecular 

mechanism by which lithium exerts its therapeutic 
and prophylactic action is not fully understood.  It 
has been shown that this drug affects the metabolic 
cycles of inositol phosphate by inhibiting the 
inositol mono phosphatase [3, 4]. Lithium-induced 
inhibition of this enzyme causes accumulation of 
certain inositol phosphates, primarily inositol 
monophosphate [4].  

The peripheral side effects of this simple ion are 
very few, but some intracellular changes have 
already been reported such as inhibition of inositol 
phosphate metabolism [5, 6], alteration in cAMP 
second messenger system and adenylate cyclase 
activity [7], inhibition of insulin release [8], 
potentiation of cerebral 5HT release [9], muscarinic 
receptor stimulation of inositol phosphate in rat 
cerebral cortex slices [10] and generation of 
lithium-sensitive gene products [11]. Lithium may 

also affect lipoprotein metabolism via changes in 
the concentration of some related hormones such as 
thyroid hormones [12]. It has recently been reported 
that in type V hyperlipoproteinemia, the activity of 
lithium-sodium counter transporter in cell 
membrane is significantly altered [13]. Little 
information is, however, available on the changes in 
lipoprotein metabolism under lithium treatment. 

Due to the inter-relationship between some of 
these lithium-induced changes and the metabolism 
of lipids [14], this study was undertaken to 
investigate the changes in plasma lipid and 
lipoprotein levels following lithium administration. 
This is clinically very important in psychiatric 
patients who are under long-term treatment of this 
drug. 

 
 

MATERIALS AND METHODS 
 

*Corresponding Author; 

In this study, male Wistar rats (150-200 g) were 
used. They were kept under standard conditions 
having free access to food and water but were fasted  
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Table 1. Lipid and lipoprotein levels in animals treated with the chronic lithium dose of 1 mg/kg for 60 days. Values in this and 
subsequent tables indicate mean ± SD of five separate experiments performed in duplicate. The percent change is also indicated. 

Samples Control group Treated group % Change 
Serum    
    Cholesterol (mg/dl) 172.00 ± 10.00 168.00 ± 12.00 -3     
    Triglyceride (mg/dl) 105.00 ± 20.00 106.00 ± 20.00 +1     
    Free Fatty Acid (µmole/lit) 132.00 ± 10.00 127.00 ± 11.00 -3     
    HDLC (mg/dl) 60.00 ± 13.00 50.00 ± 14.00 -17*    
    LDLC (mg/dl) 40.00 ± 12.00 41.00 ±   8.00 +1     
    VLDL (mg/dl) 21.00 ±   2.00 21.00 ±   1.50  
Liver    
   Triglyceride (mg/g tissue) 0.31 ±   0.03 0.29 ±   0.04 -4     
   Total Phospholipids (mg/g tissue) 0.20 ±   0.05 0.24 ±   0.07 +16*     

 *Statistically significant (P<0.005) 
 

 
the night before experiment. The experimental 
animals received daily intraperitoneal doses of 1, 
5and 15 mg/kg body weight of lithium as LiCl for a 
period of 15, 30 and 60 days.  

In the day of experiment, the rats were killed, 
bloods were collected and their sera were separated 
from blood cells using a bench centrifuge with 
2000-2500 g. Samples were used directly or kept 
refrigerated for the analysis. Livers were also 
removed and freezed immediately. Lipoprotein 
lipase activity was measured by the method of Korn 
[15], free fatty acids by the method of Felix [16], 
and serum protein by the method reported by Lowry 
et al. [17].  
 Serum cholesterol and triglyceride levels were 
determined by the enzymatic methods using 
commercial laboratory kits purchased from Ziest 
Chimie (Tehran, Iran). HDL-C is measured in the 
supernatant after the precipitation of the apo-B 
containing lipoproteins (LDL and VLDL) using 
polyanion in the presence of a divalent cation [18]. 
LDL-cholesterol was determined by calculation 
using the Freidewald equation [19], and the 
measurement of total phospholipids was performed 
according to the method of Fiske and Subbarow 
[20]. 
 To study the effect of lithium on fat cell lipolysis, 
isolated fat cells were prepared from epididymal fat 
pads according to  the  method  reported by Rodbell 
 

[21]. The cells were resuspended in Krebs-Ringer 
medium kept under the stream of 95/5 percent 
O2/CO2 at 37ºC. Cells (4-4.5 × 106 cells/ml) were 
viable up to four hours. 
 To study the mechanism of lithium effect, aliquots 
(1 ml) of fat cell suspension were incubated in the 
presence of lithium-citrate (1:20) in a medium in 
which either of adrenaline (a beta receptor agonist), 
phenylephrine (an alpha receptor agonist), pro-
pranolol (a beta receptor antagonist) and prasocine 
(an alpha receptor antagonist) was also added at a 
concentration of 10 µM. 

To extract lipids from livers, Norman’s method 
[22] was used, and total phospholipid content of the 
liver was determined according to the method 
reported by Park and Juny [23]. The activity of 
lipoprotein lipase was measured according to the 
method reported previously [24]. 
 

 
RESULTS 

 
 Serum levels of lithium were measured in animals 
treated with lithium doses of 1, 5 and 15 mg/kg and 
showed to be about 0.2 mmol/L (below the 
therapeutic range), 0.5 mmol/L (about lower limit 
of therapeutic dose) and 1.4 mmol/L  (about upper 
limit of therapeutic dose) respectively. Lipid related 
parameters were then measured in these three 
groups of animals, (Tables 1 to 3). It is shown that 

 
 Table 2.  Changes in the serum lipid and lipoprotein levels following the intraperitoneal injections of 5 mg/kg lithium for 30 days. 
Samples Control group Treated group % Change 
Serum    
    Cholesterol (mg/dl) 165.00 ±   5.00 154.00 ± 8.00 -7     
    Triglyceride (mg/dl) 98.00 ±   3.00 103.00 ± 4.00 +5     
    Free Fatty Acid (µmole/lit) 145.00 ± 15.00 135.00 ± 7.00 -7     
    HDLC (mg/dl) 65.00 ±   5.00 51.00 ± 2.00 -21*      
    LDLC (mg/dl) 79.00 ±   5.00 82.00 ± 2.00 +2     
    VLDL (mg/dl) 19.00 ±   0.30 20.00 ± 0.80 +5     
Liver    
   Triglyceride (mg/g tissue) 0.30 ±   0.04 0.24 ± 0.08 -21*      
  Total Phospholipids (mg/g tissue) 0.20 ±   0.02 0.26 ± 0.03 +23*      

 28 
  *Statistically significant (P<0.005)  
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Table 3.   The effect of acute dose of lithium (15 mg/kg for 15 days) on rat serum lipid and lipoprotein levels. Figures indicate the 
mean ± SD of experiments performed in duplicate. Percent changes in each parameter are also indicated. 

Samples Control group Treated group % Change  
Serum    
    Cholesterol (mg/dl) 162.00 ±   8.00 158.00 ±   9.00 -3     
    Triglyceride (mg/dl) 86.00 ±   7.50 90.00 ±   5.00 +4    
    Free Fatty Acid (µmole/lit) 163.00 ± 14.00 135.00 ± 12.00 -17*    
    HDLC (mg/dl) 64.00 ±   5.00 42.00 ± 10.00 -34*     
    LDLC (mg/dl) 80.00 ±   5.00 98.00 ± 11.00 +21*     
    VLDL (mg/dl) 17.00 ±   0.30 18.00 ±   1.00 +4     
Liver    
   Triglyceride (mg/g tissue) 0.31 ±   0.03 0.22 ±   0.04 -29*     
   Total Phospholipids (mg/g tissue) 0.20 ±   0.02 0.31 ±   0.03 +35*    

*Statistically significant (P<0.005) 
 

 
lithium has no significant effect on  
serum   cholesterol   and  triglyceride levels. HDL-C 
concentration was reduced significantly due to the 
action of different doses of lithium and LDL-C was 
increased only in high doses.  

As shown in these Tables, lithium led to a 
decrease in liver content of triglycerides. This 
reduction in liver content seems not to be due to the 
lipolysis or release from the liver of triglycerides as 
indicated by unchanged levels of serum triglyceride 
and free fatty acids. Indeed, lithium reduced serum 
concentration of free fatty acids when injected in 
high doses. Liver content of phospholipids was 
shown to be increased in lithium treated animals. 
 

Lithium effect on lipoprotein lipase activity.  As 
shown in Table 4, lithium inhibited enzyme activity 
in a dose-dependent manner (up to 42 percent in 2 
mM concentration). When this effect of lithium was 
studied in the presence of citrate or bicarbonate it 
was shown that this inhibitory effect of lithium was 
potentiated (Table 5). Lithium in the presence of 
citrate caused about 62 percent enzyme inhibition, 
which was statistically significant when compared 
with that of   control   values  (P<0.001).  Citrate is  
 
 

Table 4.  The effect of different doses of lithium on 
lipoprotein lipase activity. Each concentration (0.1 ml) was 
added to the medium and the enzyme activity was measured 
after 30 min. of incubation. Results indicate the mean ± SD of 
five experiments performed in duplicate.  

Li Conc. 
(mM) 

Lipoprotein lipase activity 
(mIU/mg  prot) 

% 
Inhibition 

0.0 350 ± 12 - 
0.5 260 ± 17 26 
0.8 240 ± 19 32 
1.0 230 ± 29 35 
2.0 195 ± 44 44 
5.0 202 ± 12 43 

10.0 206 ± 19 42 
20.0 201 ± 21 43 
40.0 203 ± 18 42 

reported  to be  necessary  for  the  binding of some 
metal ions to serum proteins [25]. Bicarbonate 
appeared not to have any apparent effect on enzyme 
activity alone or in the presence of citrate. 

 
Fat cell lipolysis in the presence of lithium.  To 

show the effect of lithium on fat cell lipolysis in the 
presence of receptor agonists and/or antagonists, 
cells were incubated at 37ºC and the release of fatty 
acid (µmol/g of fatty tissue) into the medium was 
measured. 
  

 
Table 5.  Lithium inhibitory effect on lipoprotein lipase 

activity in the presence of citrate and/or bicarbonate. For the 
experiment, 0.1 ml of lithium solution (Li) (2mM) alone or in a 
complex with citrate (Cit) (40 mM) and/or bicarbonate (Bi) (20 
mM) was added to the incubation medium before the addition 
of the substrate. Values are mean ± SD of four experiments, 
performed in duplicate.  

Treatment 
Lipoprotein 

lipase activity 
(mIU/mg prot) 

% Inhibition 

Control 380 ± 22 - 
Lithium (Li) 210 ± 17 45 
Li + Citrate 148 ± 29 62 
Li + Bicarbonate 208 ± 18 46 
Li + Citrate + Bicarbonate 141 ± 21 63 

 

 
As shown in Table 6, lithium reduced fat cell 
lipolysis significantly, which is not reversed by 
either of alpha or beta-receptor blockers. These 
results indicate that these receptors may not directly 
be involved in lithium-induced changes in lipolysis. 
Dibutyril-cAMP (Bt2-cAMP) was also used to 
check the process of lipolysis (Table 6). 
 
 

DISCUSSION 
 
 The present results demonstrated that lithium, 
even at therapeutic doses, disturbs lipid metabolism.  

 29 
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Table 6.  The effect of lithium on fat cell lipolysis in the 
presence of alpha and beta-receptor agonists and antagonists. 
Each figure is the mean ± SD of four separate experiments 
performed in duplicate. The percent changes (-decrease and + 
increase) are also indicated in each case.  

Treatment Lipolysis  
(µmol fatty acid/g tissue) 

%Change 

Control 1.25 ± 0.27 - 
Lithium 0.83 ± 0.20 -35* 
Li-Cit 0.60 ± 0.12 -52* 
Adrenaline 2.90 ± 0.18 +132* 
Adr + Li-cit 1.00 ± 0.28 -20 
Propanolol 1.23 ± 0.25 -1 
Prop. + Li-cit 0.59 ± 0.10 -53.8* 
Phenylephrine 1.31 ± 0.29 +4.8 
Phe. + Li-cit 0.67 ± 0.15 -46.4* 
Prasocine 1.20 ± 0.24 -4 
Pras. + Li-cit 0.58 ± 0.17 -54* 
Bt2-cAMP 3.40 ± 0.26 +172* 
Bt2-cAMP + Li+cit 1.22 ± 0.14 -2 
Pras.+ Prop.+ Li-cit 1.24 ± 0.03 -1 

*Statistically significant (P<0.005); Li., lithium; Cit, citrate; 
Adr, adrenaline; Prop, propranolol; Phe, phenylephrine; Pras, 
prasocine; Bt2-cAMP, dibutyril-cyclic adenosine mono-
phosphate. 

 
 
 

This disturbance might be initiated by the changes 
in the activity of lipoprotein lipase, a key enzyme 
that plays an important role in the metabolism, 
transport and tissue uptake of lipid fractions. 
Lithium (in 2 mM concentration) is shown to reduce 
the activity of this enzyme by 43 percent (P<0.005). 
This inhibitory effect of lithium is potentiated in the 
presence of citrate.  It   had  already  been   reported  
that  citrate makes lithium very soluble and a lot of 
works are undertaken to make citrate salt of lithium 
for therapeutic purposes [26]. The exact mechanism 
by which lithium inhibits lipoprotein lipase activity 
is not known exactly, however the activity of this 
enzyme depends on the presence of free-SH groups 
[27]. It is probable that lithium by interacting with 
some essential-SH groups in the active site of the 
enzyme reduces enzyme activity. 
 Results obtained from in vitro experiments using 
isolated fat pad cells are in agreement with the 
above results. When these cells are incubated in the 
presence of lithium, the rate of lipolysis is 
significantly reduced. Intracellular lipolysis is 
achieved by the action of hormone sensitive lipase 
(HSL) [28] indicating that lithium may also have an 
inhibitory effect on HSL activity. Intracellular 
lipase activity is well known to be regulated through 
a mechanism in which adenylate cyclase system is 
involved. Thus, it is probable that this action of 
lithium on lipase activity is mediated through 
adenylate cyclase system. Indeed, it has already 
been reported that lithium could affect cell 
metabolism through receptor-mediated adenylate 

cyclase [29]. To find out the mechanism by which 
lithium exerts its inhibitory effect on adenylate 
cyclase and hence lipolytic activity, different 
receptor blockers were used. As indicated in Table 
6, blockade of either of alpha and/or beta 
receptor(s) could not reverse the inhibitory action of 
lithium, but if alpha and beta-receptors were both 
blocked, lithium was unable to exert its inhibitory 
effect. This finding may indicate that the proper 
activity of receptor systems is needed for lithium-
induced inhibition of lipolysis and cAMP may play 
a role. Although our results showed that dibutiryl-
cAMP could increase the rate of lipolysis by 172 
percent, the cAMP in the presence of lithium 
showed no significant change in lipolysis. The 
interaction of lithium with adenylate cyclase system 
has recently been argued by some authors [30-31]. 
The proposed mechanism, which is in a good 
agreement with our results, indicates that lithium 
could inhibit the enzyme activity by interacting with 
the G-protein of the adenylate cyclase system. Thus, 
the intracellular level of cAMP is markedly reduced 
[30]. Regarding the above mechanisms and the 
relationship between intracellular cAMP level and 
lipid metabolism it can be expected that lithium 
may change plasma lipid fractions.  
 The reduction in the plasma levels of free fatty 
acids could be attributed to either the lowered 
activity of lipoprotein lipase in the presence of 
lithium or the inhibition of adenylate cyclase system 
leading to the reduction in intracellular levels of 
cAMP and the inactivation of HSL.  
 Although the concentrations of different lipid and 
lipoprotein fractions are changed following the 
administration of lithium, the main clinically 
important consequence is the significant decrease in 
HDL levels of lithium treated animals.  
 This effect of lithium should be considered 
seriously. The relationship between lipoprotein 
levels and the incidence of cardiovascular disease is 
well documented [32]. It has been reported that 
atherosclerosis is correlated with high plasma 
LDL/HDL ratio [33-35]. So, our results that lithium 
elevated the ratio of LDL/HDL should be 
considered seriously in patients taking this drug for 
a long period of time.  
 Our results also showed that the liver content of 
triglycerides decreased following the administration 
of lithium. Triglycerides are synthesized from the 
esterification of glycerol phosphate and acyl CoA. 
Glycerol phosphate in cells is partly maintained by 
glycolytic reactions, and lithium is reported to 
inhibit glycolytic enzymes [36] therefore, the 
intracellular level of glycerol phosphate is limited. 
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Lithium, on the other hand, inhibits lipoprotein 
lipase and lowers the plasma levels of free fatty 
acids. It is probable that the limitation of 
triglyceride synthesis may result in lower levels of 
liver triglycerides. Substrates that could not reach 
the triglyceride synthesis pathways may contribute 
to phospholipid synthesis.  Our results showed that 
lithium increased phospholipid contents of liver that 
is in agreement with the report that the composition 
of the cell membrane phospholipids changed 
significantly following lithium treatment [37]. 
 Our data may suggest that systemic changes in 
plasma lipid parameters, at the cellular level, induce 
changes in cell membrane and metabolism and this 
should be considered seriously in patients who are 
under lithium therapy for a long period of time. 
 
 

REFERENCES 
 
1. Koffman, O., Belmaker, R.H., Grisaru, N., Alpert, 

C., Fuchs, I., Katz, V. and Rigler, O. (l99l) Myo-
inositol attenuates two specific behavioral effects of  
acute lithium in rats.  Psychopharmacol. Bull.  27 
(3): 185-190.  

2. Rapoport, S.I. and Bosetti, F. (2002) Do lithium and 
anticonvulsants target the brain arachidonic acid 
cascade in bipolar disorders.  Arch. Gen. Psychiatry 
59 (7): 592-596. 

3. Duffy, C. and Kane, M.T. (1996) Investigation of 
the role of inositol and the phosphatidyl inositol 
signal transduction system in mouse embryonic stem 
cells.  J. Reprod. Fertil.  108 (1): 87-93. 

4. Atack. J.R. (1996) Inositol monophosphatase, the 
putative therapeutic target for lithium. Brain Res. 
Rev. 22: 183-190. 

5. Lee, C.H., Dixon, J.F., Reichman, M., Moummi, C., 
Los, G. and Hokin, L.E. (1992) Lithium increases 
accumulation of inositol 1, 4, 5-triphosphate and 
inositol 1, 3, 4, 5-tetrakis phosphate in cholinergi-
cally stimulated brain cortex slices in guinea pig, 
mouse and rat.  Biochem. J.  282: 377-385. 

6. Godfrey, P.P., McClue, S.J., White, A.M., Wood, 
A.J. and Grahame-Smith, D.G. (1989) Subacute and 
chronic in vivo lithium treatment inhibits agonist and 
sodium fluoride-stimulated inositol phosphate 
production in rat cortex.  J. Neurochem.  52: 498-
506. 

7. Belmaker, R.H. (1981) Receptor, adenylate cyclase, 
depression and lithium.  Biol. Psychiat.  16: 333-
350. 

8. Zawalich, W.S., Zawalich, K.C. and Rasmussen, H., 
(1989) Interaction between lithium, inositol and 
mono-oleoglycerol in the regulation of insulin 
secretion from isolated perfused rat islets.  Biochem. 
J.  262: 557-561. 

9. Newman, M.E. and Lerer, B. (1988) Effects of 
lithium and desipramine administration on agonist- 

stimulated inositol phosphate accumulation in rat 
cerebral cord.  Biochem. Pharmacol.  37: 1991-1995. 

10. Batty, I. and Stefan, R.N. (1985)  Differential effects 
of lithium on muscarinic receptor simulation of 
inositol phosphates in rat cerebral cortex slices.  J. 
Neurochemistry  42: 1514-1521.  

11. Detera-Wadleigh, S.D. (2001) Lithium-related 
genetics of bipolar disorders.  Ann. Med.  33 (4): 
272-285. 

12. Zetin, M. (2004) Psychopharmacohazardology: 
major hazards of the new generation of 
psychotherapeutic drugs.  International J. Clin. 
Practice.  58 (1): 58-79. 

13. Weirzbicki, A.S., Hardman, T.C., Cheung, J., Patel, 
M., Smallberger, S., Lumb, P.J. and Lant, A.F. 
(2001) Relation between sodium-lithium counter 
transporter and hypertriglyceridemia in type V hyper 
lipidemia.  Am. J. Hypertension  (14): 32-37. 

14. Soares, J.C., Mallinger, A.G., Dippold, C.S., Forster 
Wells, K., Frank, E. and Kupter, D.J. (2000) Effect 
of lithium on platelet membrane phosphoinositides 
in bipolar disorder patients. Psychopharmacology 
(Berl)  149 (1): 12-16. 

15. Korn, E.D. (1962) Lipoprotein lipase, clearing 
factor. In: Methods in Enzymology. Vol. 5, 
(Colowick, S.P. and Kaplan, N.O. eds.), Academic 
press, New York, London. pp. 542-545. 

16.  Felix, W. (1974) Lipase photometric assay. In: 
Methods of enzymatic analysis, Vol. 3, (Bergmeyer, 
H.V. eds.) 2nd ed., Academic press, London, pp. 819-
827. 

17. Lowry, O.H., Rosenbrough, N.J., Forr, A.L. and 
Randall, R.J. (1951) Protein measurement with the 
folin-phenol reagent.  J. Biol. Chem.  193: 256-275. 

18. Warnick, G.R., Cheung, M.C. and Albers, J.J. 
(1979) Comparison of current methods for HDL 
quantification.  Clin. Chem.  25: 596-601. 

19. Friedewald, W.T., Levy, R.I. and Fredrickson, D.S. 
(1972) Estimation of the concentration of LDL-C in 
plasma without use of the preparative 
ultracentrifuge.  Clin. Chem.  18: 499-502. 

20. Fiske, C.H. and Subbarow, Y. (1925) Colorimetric 
determination of phosphorus. J. Biol. Chem. 66: 
357-400. 

21. Rodbell, M. (1966) Metabolism of isolated fat cells. 
J. Biol. Chem.  239 (2): 375-380. 

22. Radin, N.S. (1969) Preparation of lipid extracts. In: 
Methods in Enzymology. Vol. 14, (Lowenstein, J.M. 
ed.), Academic Press, New York, London. PP. 245-
249. 

23. Park, A. and Juny, D.H. (1989) Serum lipids. In: 
Clinical laboratory methods, (Bauer J.D. and Mosby 
Coeds.), Toronto. 548-549. 

24. Ani, M., Moshtaghie, A.A. and Valian, S. (1996) 
Changes in the plasma levels of lipid fractions and 
lipoprotein lipase activity following aluminium 
administration.  Clin. Chem. Enz. Comms. 7: 81-92. 

25. Aiwen, P., Leibman, A. and Zweier, J. (1937) 
Stoichiometric and site characteristics of the binding 

 31 

 [
 D

O
R

: 2
0.

10
01

.1
.1

02
88

52
.2

00
5.

9.
1.

8.
0 

] 
 [

 D
ow

nl
oa

de
d 

fr
om

 ib
j.p

as
te

ur
.a

c.
ir

 o
n 

20
24

-0
4-

20
 ]

 

                               5 / 6

https://dorl.net/dor/20.1001.1.1028852.2005.9.1.8.0
http://ibj.pasteur.ac.ir/article-1-484-en.html


Ani et al. 

site of iron to human transferrin.  J. Biol. Chem. 
1930-1937. 

26. Kerry, R.J. (1975) The management of patients 
receiving lithium treatment. In: Lithium research 
and therapy. (Johnson, F.N. ed.), Academic press, 
New York, London.  pp. 143-163. 

27. Tornqvist, H. and Belfrage, P. (1976) Purification 
and some properties of monoacylglycerol- 
hydrolysins enzyme of rat adipose tissue.  J. Biol. 
Chem.  251: 813-819. 

28. Mulder, M. and Stenson, L. (1999) Hormone 
Sensitive lipase, the rate limiting step enzyme in 
triglycerids hydrolysis.  Diabetes  48: 228-232. 

29. Ebstein, R.P., Hermoni, M. and Belmaker, R.H. 
(1980) The effect of lithium on noradrenaline 
induced cAMP accumulation in rat brain. J. 
Pharmacol. Exp. Ther.  213: 161-162. 

30. Husseini, K., Manji, J. and Bitran, A.  (1991) Signal 
transduction modulation by lithium.  Psycho-
pharmachol. Bull.  27 (3): 199-208. 

31. Lenox, R.H. and Hahn, C.G. (2000) Over view of 
the mechanism of action of lithium in the brain: fifty 
years update.  J. Clin. Psychiatry  81: 5-15. 

32. Cobbold, C.A., Sherratt, J.A. and Maxwell, R.J. 
(2002) Lipoprotein oxidation and its significance for 
atherosclerosis.  Bull. Math. Biol.  64: 65-95. 

33. Parthasarathy, S., Barnett, J. and Fong, L.G. (1990) 
High-density lipoprotein inhibits the oxidative 
modification of low-density lipoprotein.  Biochem. 
Biophys. Acta.  1044: 275-283. 

34. Tall, A.R. (1990) Plasma high-density lipoproteins: 
metabolism and relationship to atherosclerosis.  J. 
Clin. Invest.  86: 379-384. 

35. Bonnefont-Rousselot, D. and Therond. J. (1999) 
HDL and the oxidative hypothesis of atherosclerosis. 
Clin. Chem. Lab. Med.  37: 939- 948. 

36. Mellerup, E.T. and Rafaelsen, O.J. (1975) Lithium 
and carbohydrate metabolism. In: lithium research 
and therapy. (Johnson, F.N. ed.), Academic press, 
New York, London.  pp. 381- 390. 

37. Bramham, J. and Riddell, F.G. (1995) The effect of 
lithium therapy upon the composition of the human 
erythrocyte membrane.  J. Inorganic Biochem 57 
(1): 23-32. 

 

 32 

 [
 D

O
R

: 2
0.

10
01

.1
.1

02
88

52
.2

00
5.

9.
1.

8.
0 

] 
 [

 D
ow

nl
oa

de
d 

fr
om

 ib
j.p

as
te

ur
.a

c.
ir

 o
n 

20
24

-0
4-

20
 ]

 

Powered by TCPDF (www.tcpdf.org)

                               6 / 6

https://dorl.net/dor/20.1001.1.1028852.2005.9.1.8.0
http://ibj.pasteur.ac.ir/article-1-484-en.html
http://www.tcpdf.org

